. Lateral radiograph of hemi-mandible from case 1. Well-delineated densely mineralized lesions in the root canal of the first pre-molar and first molar teeth (arrows). Fig. 2 . Undecalcified sagittal section through the first molar tooth of case 2. Proliferative dysplastic lesions at the bifurcation point and on the rostra1 border at the amelocemental margin. Lesions extend into root canal. Fig. 3 . Radiograph of the undecalcified section in Fig. 2 shows dense mineralization of the dysplastic dental matrix seen in the lesions. Degree of mineralization suggests that both enamel and dental matrix exist in the lesion.
The first pre-molars and the first molars had well-delineated, densely mineralized lesions extending into the pulp canal (Fig. I) . The mandibular bone from case 2 showed evidence of renal secondary hyperparathyroidism.
The undecalcified molar tooth and surrounding mandible from case 2 was serially sawn sagittally into slices less than Fig. 4 . Histologic section through a decalcified transverse section through the first molar of case 1. Near normal dentin matrix (DM) is seen to interdigitate with abnormal dental matrix. Strands of collagenous dentin-like matrix are seen extending into the dysplastic matrix (arrows). Amorphous lightly basophilic matrix which is not collagenous (EM) is thought to be dysplastic enamel matrix. Insert shows low magnification of the same section showing the dysplastic lesion imbedded in dentin adjacent to the root canal. HE. 1 mm thick using a low speed diamond coated circular saw. The sectioned tooth showed dysplastic proliferation of dentin and enamel matrix extending into the pulp canal from the rostra1 margin at approximately the amelocemental junction and at the bifurcation point of the root canal (Fig. 2 ). Microradiographs were then made of these thin slices using high contrast photographic film. These microradiographs showed that the dysplastic proliferative lesion was composed of mineralized matrices whose degree of mineralization suggested both dentin and enamel matrix (Fig. 3) . Histologic sections through decalcified affected teeth (Figs. 4, 5 ) showed a disorganized cell-poor matrix corresponding anatomically to the lesion seen radiographically. Matrix was composed of strands of eosinophilic material similar in nature to dentin. These strands could be seen extending into the disorganized matrix from the surrounding dentin. The bulk of the matrix seen on the decalcified sections was lightly basophilic and non-collagenous. This was presumed to be dysplastic enamel matrix. One section from case 1 showed persistence of ameloblastic epithelial cells adjacent to the lesion (Fig. 5) . The findings of ameloblastic epithelial cells trapped within the dental hard matrices of the tooth would suggest that disorganization of the epithelial enamel organ during permanent tooth formation was responsible for the formation of the proliferative dysplastic matrices seen in mandibles of these dogs. Disruptions in the dental formation might be associated with metabolic and mineral imbalances experienced as a consequence of renal failure.
These teeth appeared normal on gross, external examination. Jaws are seldom radiographed as a part of the clinical work-up in young dogs suffering from life-threatening renal disease. Even if the jaws were radiographed, standard lateral views cause superimposition of the teeth and identification of distinct mineralized lesions such as the ones seen in these dogs would be difficult. Occlusive dental radiography of the first mandibular molar of a series of young dogs suffering from severe renal disease should be done in order to determine the prevalence of dental dysplasia associated with congenital renal disease. 
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